The Prader-Willi syndrome is known to result from loss of the paternal contribution of a critical area on chromosome 1 5(ql 1-13) which may occur either due to a microdeletion or because of unimaternal disomy. Recent Greenswag (1987) CA repeat markers and showed both bands using PW7 1. Although fulfilling the criteria for Prader-Willi syndrome, she has some unusual features with small but abnormal looking hands and had a loud cry at birth. Phenotypically, there appeared to be no differences between deleted and disomic patients. However, there did appear to be some differences between males and females as regards puberty with all three pubertal girls (aged 19 years) having completed puberty spontaneously but with oligomenorrhoea later, whereas of the six boys of pubertal age (15, 16, 18, 19, 19 , and 15 years respectively) only four showed early spontaneous puberty and none had completed puberty. One other patient was 23 years old and was anorchic.
Probe PW 71 was found to be the most informative and does not require parental blood. The CA repeat markers also proved highly informative and gave rapid results (table 2) . The flanking probes gave no further information but were useful in confirming disomy.
Discussion
This study has shown a good correlation between the clinical and laboratory diagnosis of Prader-Willi syndrome. The clinical diagnosis is made on the characteristic presentation in the neonatal period followed by the classical progression of signs and symptoms through infancy, childhood, and adolescence.6 Given that several patients who did not have PraderWilli syndrome in this study were 
